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Diagnosis and
Treatment of Pemphigus
THE REVIEW ON "Recent Advances in the Diag-
nosis and Treatment of Pemphigus" by New-
comer and Landau printed in this issue empha-
sizes the important effects of the discovery of
circulating antibodies in pemphigus and in bul-
lous pemphigoid. The etiologic concepts of these
diseases as well as diagnosis and treatment have
been affected.

With regard to etiology, the authors cite the
available evidence indicating that the antibodies
might be the cause of the disease in pemphigus
and bullous pemphigoid. Although many fac-
tors speak in favor of this concept, the ultimate
proof for it-namely, the passive transfer of the
disease by means of its antibodies-may never
be attained. Still, it can be said that lesions
analogous to those of pemphigus vulgaris have
been reproduced in animals by the experimental
production of intercellular antibodies in such
animals. Also, in addition to the evidence cited
by the authors, it would seem that the favorable
results obtained with methotrexate in the treat-
ment of both pemphigus and bullous pemphi-
goid favor the- concept of autoimmunity as a
causative factor. In addition, the occasional co-
existence of pemphigus with other immunologi-
cal disorders, such as lupus erythematosus, rheu-
matoid arthritis and myasthenia gravis, indicates
pemphigus too may be an autoimmune disorder,
even though in most instances the additional
immunologic disorder coexisting with pemphi-
gus is silent and evident only by laboratory tests.
The diagnostic value of the demonstration of

"antiepithelial" antibodies in pemphigus and of
"basement zone" antibodies in bullous pemphi-
goid is considerable since these antibodies are
specific for pemphigus and bullous pemphigoid,
respectively. With adequate controls it is pos-
sible to avoid false positive results such as were
obtained by the authors when fortuitously they
used as substrate the esophagus of a rhesus mon-
key possessing blood-group-B substance. This
resulted in fluorescence when serum from pa-
tients having anti-B isohemagglutinins in their
blood was tested.
There is, however, a drawback in the antibody

determination method for diagnositic purposes
in that it may give negative results in the early
stage of pemphigus or bullous pemphigoid when
only a few lesions are present. Possibly, with im-
provement of the technique and the substitution
of peroxidase-labeled antibodies for fluorescein-
labeled antibodies, the incidence of false nega-
tive results can be reduced in the future. How-
ever, as was pointed out by the authors, it
actually is not necessary to use indirect immuno-
fluorescent testing for routine diagnostic pur-
poses, since in most instances histologic exam-
ination is adequate for diagnostic clarification.
Also, histologic examination enables one to dif-
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ferentiate between pemphigus vulgaris and
pemphigus foliaceus which, on indirect immuno-
fluorescent examination, are indistinguishable.
Newcomer and Landau rightly emphasize that,

even though there often is a correlation between
the antibody titer and the severity of the disease,
it is inadvisable to use determinations of the
antibody titer as a guide for therapy. The clini-
cal state of the patient is the only reliable guide.
They also point out that the greatest value of

methotrexate in the treatment of pemphigus
vulgaris lies not in the fact that occasionally in
early cases it can completely replace prednisone,
but rather that after the initial massive treatment
with prednisone, the addition of methotrexate to
the maintenance dose of the corticosteroid usu-
ally permits a gradual reduction in the mainte-
nance dose and an earlier discontinuance of it.
By reducing the incidence of serious and often
fatal side effects of prednisone, methotrexate,
particularly in patients with pemphigus vulgaris,
has greatly improved the results of treatment
over those obtained with prednisone alone and
has further improved the prognosis of pemphigus
vulgaris which at one time was almost always
fatal.

WALTER F. LEVER, M.D.
Professor and Chairman, Department of
Dermatology
Tufts Universit) School of Aledicine
Bosto n

"Right On!"
IN HIS "CONSIDERATIONS in Devising an Over-all
Health Plan" submitted to the Department of
Health, Education, and Welfare, and reprinted
elsewhere in this issue, Dr. Russell Roth, the
Speaker of the American Medical Association
House of Delegates, is "right on." This concisely
reasoned, thoughtful and accurate statement
should not only be read, but carefully studied by
practicing physicians, medical educators, health
care planners, payors, providers, consumers and
any others who may be in positions of influence
with respect to the present health care "crisis" in
the United States, or in California for that matter.
Above all it should be read and pondered by leg-
islators and other government officials who so
often seem to create more problems than they
solve by their no doubt well-intentioned legisla-
tive and administrative actions.

If Dr. Roth's "Considerations" should per-
chance be heeded by those in positions of power
and influence in government and elsewhere, it
could mark the beginning of what must be done
if the health care problems of this nation are ever
to be solved.
The AMA is to be congratulated upon having

in its Speaker a spokesman of this caliber.

THE PAIN OF BRAIN TUMOR
Would you describe the characteristics of head pain due to a brain tumor or
increased intracranial pressure?

"Head pain due to a tumor is practically never acute and never tremendously
severe. It is dull and often continuous. When it is localized and to one side or
the other, it's a very reliable sign that the lesion is to that side. Another charac-
teristic of head pain related to increased intracranial pressure or a brain tumor
is that more often than not, if it's on the posterior fossa, it will be localized to-
ward the back and if it is more anterior, toward the front. It is often accentuated
in early morning on arising. The patient who says he wakes up with a dull,
rather continuous headache may well have a brain tumor or increased pressure.
Frequently this headache, although dull, is rather continuous and is exaggerated
by a straining at the stool or by changes in position."

-ELI S. GOLDENSOHN, M.D., New York City
Extracted from Audio-Digest Internal Medi-
cine, Vol. 16, No. 16, in the Audio-Digest
Foundation's subscription series of tape-re-
corded programs. For subscription informa-
tion: 619 S. Westlake Ave., Los Angeles, Ca.
90057.
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